@

Ambry Genetics’

-

POLD1 and POLE: preliminary data from a laboratory-based
multi-gene panel testing cohort

AJ Stuenkel!, Carin R Espenschied?, Brandon Smith!, Rachel McFarland?!, Tina Pesaran

1. Ambry Genetics, Aliso Viejo, CA, 92656
2. Corresponding author: astuenkel@ambrygen.com

BACKGROUND Table 1: Phenotype Summaries- Exonuclease Missense and METHODS

: POLD1 and POLE analyses were included in three clinically-
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Templates for the modelled structures are from Protein Data Bank ID: POLD1: 3IAY, INOY and POLE: 4M80 and 1NOY.
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